American SLE population have shown a higher prevalence of LN, higher severity, and less favorable outcomes (1). Objectives: To determine the incidence of lupus nephritis and end-stage renal failure, as well as evaluate progression of renal function and proteinuria during an 18-month follow up in colombian patients with SLE. Methods: A retrospective cohort study was conducted in 1448 patients with SLE, 41 of which were diagnosed with LN between August/2014 and July/2015. Follow up was made for 18 months, analyzing glomerular filtration rate (GFR) and proteinuria, induction and manteinance therapy, renal relapses, hospitalizations and mortality. Univariate analysis was done to describe sociodemographic and clinical variables. Longitudinal data analysis was performed using linear mixed models with random intercepts. In all cases, a p value <0.05 was considered statistically significant. Results: Clinical characteristics of patients with LN are shown in table 1. Eightyfive percent of LNs where biopsy-proven. Incidence of LN was 2,83 cases/100 SLE patients/year. The incidence of end-stage renal failure was 7,31 cases/100 LN patients. During the 18-month follow up, 34% of patients had hospitalizations related to SLE activity or complications, 7,3% renal relapse, 2,4% rebiopsy, and no mortality cases. Induction therapy was done with cyclophosphamide in 58,5% and with mycophenolate mofetil in 41,4%, with 30% of the patients requiring re-induction therapy, Ten percent of patients required use of rituximab due to refractory response to multiple treatments. In longitudinal linear analyses, age at
diagnosis and anti dsDNA was positively associated to GFR variations ( Figure  1 ,A), while anti Sm, hematologic involvement and biopsy classification were associated to proteinuria variations during time of follow-up (Figure 1 ,B).
Conclusions:
In a real life scenario, anual incidence of lupus nephritis was 2,83 cases/100 SLE patients. A high proportion of patients with refractory response to multiple immunomodulatory treatments for LN were identified. Background: Nailfold capillaroscopy (NVC) is a useful, non-invasive, reproducible and cost-effective diagnostic tool, able to assess the shape of capillaries in the nailfold bed. According to the presence of peculiar abnormalities, it is essential in the early differential diagnosis of connective tissue diseases (CTDs), mainly "scleroderma-spectrum disorders" (SSD). Despite its large diffusion, no univocal NVC patterns have been ascribed to undifferentiated connective tissue disease (UCTD) as well as to systemic lupus erythematosus (SLE). Objectives: The aim of the study was to evaluate the most common NVC pictures in a population of UCTD patients and if selected NVC pictures might be linked to SLE onset in these patients. Methods: We evaluated a cohort of 42 UCTD-affected women, diagnosed according to 2014 criteria proposed by Mosca et al. (age, 38 years±46 months; duration of disease, 71±54 months) presenting Raynaud's phenomenon. During the observational period (3 years), all of the UCTD patients were evaluated every 6 months. We considered the following NVC parameters/pictures: presence of ectasic capillary loops (diameter ≥20 μm); giant capillaries (diameter ≥50 μm); hemosiderin deposits/microhemorrages; capillary number reduction; meandering capillaries (tortuosity); elongated capillaries; ramified/bushy capillaries; micro-vascular array disorganization. SLE diagnosis was posed according to the 2012 SLICC/ACR criteria. Qualitative variables were expressed in frequencies; their association, by non-parametric tests; quantitative variables, by analysis of co-variance. Results: Non-specific NVC alterations (for instance, not suggestive of SDD) were detected in 40 (98%) of the UCTD patients during the observational period. On the other hands, the presence of hemosiderin deposits, ectasic loops, elongated and ramified capillaries was found associated to the clinical subgroup of UCTD patients that later developed SLE (4/42 subjects, 10%; OR=10.5). In particular, the independent variables "hemosiderin deposits/microhemorrages" (OR=8.32) and "elongated capillaries" (OR 6.28), were found significantly linked to the SLE onset (p<0.05), whereas the independent variables "tortuosity" (OR=12.16) and "ramified/bushy capillaries" (OR 9.47) were, at the opposite, predictive for the prosecution of the status of UCTD patient (p<0.05).
The present study reports NVC pictures that can be more frequently observed in UCTD patients that include "tortuosity" and "ramified/bushy capillaries". In addition, the NVC analysis suggests the presence of typical capillaroscopic microvascular abnormalities, "hemosiderin deposits/microhemorrages" and "elongated capillaries", that more frequently seem observed in those UCTD patients that move to SLE onset. Background: Antiphospholipid syndrome (APS) is a thrombophilic disorder characterized by recurrent arterial and venous thrombosis, and also pregnancy losses associated to antiphospholipid antibodies (APA). Cerebrovascular disease (CVD) is the most common and severe arterial thrombotic manifestation in patients with APS. Objectives: 1.To determine the prevalence and the type of CVD in patients with APS. 2.To compare the recurrent strokes, affected brain areas, hospitalization, treatment and mortality between patients with CVD, with and without APS. of patients had atrial fibrillation, 80% had one cardiovascular risk factor and 48% had two or more factors (hypertension 68%, hypercholesterolemia 36%, diabetes 20%, tabaquism 4%). Echocardiographic study was performed in 72% of patients with APS. Mitral valve was mainly involved. Most CVD were ischemic events (92%). The brain areas most involved were the basal ganglia (36%), together with the parietal and temporal lobe (16% respectively). 40% had two or more affected regions. 44% of the patients had two or more episodes of stroke. Lupus anticoagulant was positive in 40%, anticardiolipin antibodies in 76% and anti-β2 glycoproteinI antibodies in 20%.No differences were found with isotypes of APA and recurrent thrombosis or mortality. The treatment applied was oral anticoagulants (OAC) (48%), antiplatelet therapy (APT) (20%) and low molecular weight heparin (20%). In 10 patients (40%) CVD was diagnosed before APS (mean 8.64±6.7 years). The mortality was 44% and 40% of the patients were hospitalized more than once. When we compared the groups: treatment, performed echocardiogram, valvular disease, affected brain areas, recurrent strokes and follow-up time, revealed significant differences (see table 1 ).OAC were more used in the patients with APS and APT was the most common in control group. Valvular disease was more frequent in case group. The brainstem and the frontal lobe were the areas more affected in patients without APS.The number of strokes was higher in APS group. The patients with CVD and APS had a long-term follow-up.
The prevalence of CVD in our series of APS was 28.4% and most often were ischemic events. Most of the patients were women with high recurrent strokes and mortality. No differences were found with isotypes of APA and recurrent thrombosis or prognosis. CVD with APS patients had more recurrent strokes and longer follow-up. Background: Primary Sjögren syndrome (PSS) is one of the most common autoimmune systemic rheumatic diseases although its prevalence anging between 0.6 and 1.7%. PSS affects exocrine glands and lead to sicca syndrome. Interleukin-10 (IL-10) is a pleiotropic cytokine that is involved in the inflammation process of PSS. Objectives: The aim of our study was to determine in a Tunisian population, clinical and biological characteristics of patients with primary PSS, allelic and genotypic frequencies of (-1082G/A, -819 C/T and -592 C/A) polymorphisms in IL-10 gene and to evaluate the association of these polymorphism with PSS. Methods: The population we studied consisted of 242 subjects with female predominance (average age at diagnosis =49 years), divided into 84 PSS patients (fulfilling the revised AECG criteria 2002 and/or ACR proposed criteria 2012),recruited in the internal medicine department of the Rabta hospital and 158 controls recruited in the Greater Tunis. Il 10 level was assessed by ELISA. Polymorphisms genotyping of the IL-10 gene was done using PCR-RFLP technique. Results: Il10 plasma level was lower in PSS patients (23.71pg/ml, n=73) compared to healthy volunteers (42.27pg/ml, n=60) and the difference was statistically significant (p=0.01). The genotype frequencies of our population respected Hardy-Weinberg equilibrium distribution both in patients by primary SS than in controls. In PSS patients, the genotype frequencies of -592C/A are 53% for the CC genotype, 41% for the CA and 6% for the AA genotype. In controls these frequencies are respectively 60.3%, 32.9% and 6.8%. The genotype frequencies of -1082 G/A are 29.6% for the AA genotype, 63% for the AG and 7.4% for the GG genotype. In controls these frequencies are respectively 41.5%, 52.1% and 6.3%. The genotype frequencies of -819 C/T are 47.6% for the CC genotype, 43.9% for the CT and 8.5% for the TT genotype. In controls these frequencies are respectively 41.5%, 52.1% and 6.3%. No significant differences in genotypic frequencies were observed between cases and controls in the three polymorphisms.
Statistical analysis preformed revealed that there was neither protective nor aggravating hapoltype. However ATC haplotype seems to have a protective impact in controls (p=0.06 and OR=0.20) Conclusions: IL10 level was significantly higher in PSS patients in precedent studies (1) (2). In our case Il10 level was associated with PSS in Tunisian patients but it was statistically lower than controls. Our results show that the three polymorphisms of gene of IL-10 are not a marker of SGS in the Tunisian population. This result might be explained by allelic variation or ethnic group.
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Objectives: To investigate the associations between CD4 and CD8 counts with (1) active SLE and (2) infection in patients with SLE. Methods: This was a cross-sectional study conducted in a rheumatology referral centre in Malaysia. Inclusion criteria included patients who fulfilled SLICC SLE classification and was admitted to rheumatology ward for active SLE or infection. We excluded patients who had overlap syndrome, retroviral disease or underlying malignancy. SLE Disease Activity Index (SLEDAI) score was assessed by the same rheumatologist. Statistical analysis was performed using SPSS 20 and a p-value of <0.05 was considered significant. Pearson correlation was used to analyse associations between 2 continuous variables, while comparison between 2 continuous data was performed using student's t test. Results: Forty-two patients participated in this study. Majority (90.5%) were females with a mean age of 33.05 (±11.42) years and SLE duration of 8.69 (±5.26) years. There were 40 (95.2%) ANA positive, 23 (54.8%) anti-dsDNA positive, 13 (31.0%) anti-smith positive, 24 (57.1%) low C3 and 16 (38.1%) low C4 in this cohort. There were significant correlations between SLEDAI score and CD4 (r=-0.59, p<0.01) and CD8 counts (r=-0.57, p<0.01). CD4 and CD8 counts were significantly lower in patients with clinically active SLE vs non-active, however, there were no significant differences in CD4 and CD8 counts in patients with infection vs no infection. We also found significantly high anti-dsDNA level and low complement 3, but not complement 4, in active SLE. White cell count was significantly higher in patients with infection. The details are tabulated in Table 1 . Conclusions: There were significant negative correlations between SLEDAI score and CD4 and CD8 counts, with low CD4 and CD8 counts found in patients with active SLE. There were no significant differences in CD4 and CD8 counts during infection. 
